A 34-year-old woman of Afro Caribbean origin presented to the HIV clinic with a few days' history of chest pain, chills, and malaise. The chest pain was intermittent, severe, central, radiating to the left arm, worse on lying down, and better on sitting forward. This was preceded by an episode of collapse after palpitations a week earlier. On examination, she had a regular pulse of 84 bpm, blood pressure of 131/71 mm Hg, respiratory rate of 20, temperature of 38°C, and oxygen saturation of 99% on air. Cardiovascular, respiratory, abdominal, and neurological examinations were normal. ECG demonstrated anterolateral ischemic changes (Figure 1) . Chest radiograph was normal.
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Biochemical profile was as follows: C-reactive protein, 296 mg/dL; troponin, 3.8 ng/mL; CD4 count, 459; viral load, Ͻ50; and hemoglobin, 9.1 g/dL. Her antistreptolysin O titer was 1 in 40, and no antistreptolysin antibodies were detected. Viral titers were negative for cytomegalovirus, adenovirus, Coxiella burnetii, chlamydia (group) and Mycoplasma pneumoniae, enterovirus (including echoviruses, coxsackie A and B, and numbered enteroviruses), and herpes simplex.
Current medications included antiretrovirals, omeprazole (40 mg OD), diclofenac, citalopram, oramorph, aspirin, and calcichew D3. In view of a known latex allergy and the risk of cross-infection, cardiovascular magnetic resonance (CMR) was performed before further consideration of coronary angiography. CMR showed normal indexed biventricular volumes and ejection fraction ( Figure 2 ). The left ventricular mass index and wall thickness were normal. Short inversion recovery imaging showed a high signal in the basal anterior and anteroseptal wall in keeping with acute myocardial inflammation and edema ( Figure 3 ). Late gadolinium enhancement imaging showed epicardial and midwall enhancement of the corresponding myocardium, in keeping with fibrosis formation (Figure 4 ). The CMR features were diagnostic of ongoing myocarditis.
Discussion
Although the global prevalence of HIV infection is remaining constant, on a daily basis, Ϸ6800 people become infected with HIV and Ͼ5700 die of AIDS. 1 Histopathological evidence of myocarditis has been found in approximately one third of patients with AIDS at autopsy. 2 However, there are few clinical reports of myocarditis in patients with HIV. The diagnosis of acute myocarditis can be challenging because of the diversity of symptoms and signs at presentation and the lack of specificity of conventional diagnostic tests. 2 In addition, the diagnosis is important because long-term sequelae of acute myocarditis include dilated cardiomyopathy, heart failure, and in rare cases, sudden cardiac death. CMR has emerged as a powerful tool that can noninvasively identify myocardial edema, myocyte damage, and outcomes. [3] [4] [5] [6] [7] Similar to previously published studies, our patient was initially diagnosed with an acute coronary syndrome, and coronary angiography was planned. 3, 6 CMR revealed the correct diagnosis, however, with classic features of myocarditis on short inversion recovery and late gadolinium enhancement images. Short inversion recovery sequences highlight areas of edema and acute inflammation. Late gadolinium enhancement imaging is performed after injection of gadolinium, which is an extracellular contrast agent that does not traverse intact biological membranes and highlights the fibrosis that occurs as part of the healing response to myocarditis.
Common pathogens found in patients with AIDS-related myocarditis include Toxoplasma gondii, Mycobacterium tuberculosis, and Crytococcus neoformans. Other infective agents that have been reported include Mycobacterium avium-intracellu-lare complex, Candida albicans, cytomegalovirus, and herpes virus types 1 and 2. 8 -10 HIV itself has been implicated as a cause of myocarditis, but it is not clear how the virus enters the myocytes because they do not possess CD4 receptors that would allow the virus to attach itself and enter the cell. It has been proposed that reservoir cells (dendrites), infection, and injury of myocytes by other viruses may facilitate the entry of HIV-into CD4 receptor-negative cells. 8, [11] [12] [13] HIV infection leads to T-cell-mediated immune suppression, which in turn increases the risk of myocarditis from other infectious causes. HIV may have been the cause of myocarditis in our patient because no other specific pathogen was implicated.
In summary, acute myocarditis in patients with HIV may present as acute coronary syndrome. CMR can play a role in differentiating these 2 entities and avoiding invasive diagnosis. 
